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in psoriasis. The past work on IL-l in CTCL was reviewed in our 
article, and its possible status in the pathogenesis oflesionallympho-
cyte infiltrates in MF discussed [2]. We were only able to conclude 
that the role ofIL-l in MF lesions is uncertain. If the lower levels of 
activity in lesional samples result from increased release of pre-
formed IL-l, then this cytokine may be pathogenically relevant. 
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REPLY 
We appreciate the comment of Lawlor et al on our results regarding 
IL-1a and IL-1P measurement in epidermal cell culture superna-
tants obtained from both normal and lesional CTCL skin [1]. Using 
enzyme-linked immunosorbent assay (ELISA) kits, we found a sig-
nificant but small increase of IL-1a protein release, but not IL-1P, 
from cultured lesional CTCL epidermal cells compared to cultured 
normal epidermal cells. In the t~ymo~yte-prol~feration assay, the 
IL-la protein was found to be bIOlogically actl~e. Because IL-la 
protein was increased and because the IL-1a protem was found to be 
active we concluded that IL-la activity was increased. Lawlor et al 
emphasize the importance of quantitative bioassays. However, such 
assays may not reveal the actual IL-l activity due to the presence of 
IL-l inhibitors that mask IL-l functional activity. 
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It can be argued that measurements of IL-l in epidermal cell 
culture supernatants do not reflect the in vivo situation. We agree 
with this statement; however, we did stress both in the abstract as 
well as in the Materials and Methods and R esult section that our data 
reflect in vitro analysis. Furthermore, the lack of enhanced immuno-
reactivity in situ is not surprising because the ELISA technique is 
more sensitive when small changes have to be detected. 
The investigations performed by Lawlor et al used techniques by 
which an undefined part of the epidermis was removed by a scalpel 
[2] . The IL-l they assayed may in addition to the epidermal cells 
originate from fibroblasts , endothelial cells, and macrophages, as 
well as transudate from the vascular system. Therefore comparison 
of their results with ours is not possible. Neither do we think they 
can compare their result to Dr. Kevin Cooper's finding of decreased 
IL-la in psoriasis because homogenized keratome extracts and not 
skin chamber fluid was assayed in that study [3]. 
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Expression of Simple Epithelial Keratins in Epidermal Neoplasia Is Not 
Directly and Exclusively Related to Malignancy 
To the Editor: 
We read with great interest the paller by Markey et al in the N 0-
vember 1991 issue of the J oumal [1 J. Using a large panel of mono-
specific monoclonal antibodies against individual keratins, the au-
thors confirmed and extended previous reports on the expression of 
simple epithelial cytokeratin in pre-malignant (actinic keratosis), in 
situ malignant (Bowen's disease), and invasive malignant (squa-
mous cell carcinoma) skin lesions [2 - 5] . 
In their conclusion, Markey et al strongly favor a potential corre-
lation between de-differentiation of cytokeratin expression and the 
development of malignancy in keratinocytes. They furthermore 
suggest that "the aberrant expression of simple epithelial keratins 
may be an early marker for the genetic and epigenetic events that 
render keratinocytes capable of invasion." 
We would like to reconsider this conclusion in the presence of 
recent data on the cytokeratin expression in a benign epidermal 
tumor (seborrheic keratosis) [6], which are as follows. 1) A partial 
lack of cytokeratins K1 and K10, revealing a heterogeneous staining 
pattern of suprabasal keratinocytes (n = 10/10).2) K5-positive cells 
in suprabasal layers (n = 5/10). 3) A novel expression of simple 
epithelial cytokeratins (K8, K18, or K19, respectively, n = 8/10). 
4) The absence of ultrastructural characteristics of cells known to 
express simple epithelial keratins (such as sweat gland cells or Mer-
kel cells) in K-19 immunoreactive tumor cells. 
Based on these data we conclude that de-differentiation (or re-
differentiation towards embryonic keratinocytes?) of keratinocytes 
in terms of simple epithelial cytokeratin expression is not directly 
and exclusively related to malignant growth. But, in agreement 
with the authors' alternative hypothesis [1], it may suggest the im-
portance of mesenchymal factors in the regulation of cytokeratin-
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expression [7], because seborrheic keratosis is a tumor arising in aged 
skin, where already well-documented dermal aging processes are 
responsible for altered dermal environments. The molecular nature 
of these factors remains to be elucidated. 
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REPLY 
We thank Nindl et al for their interest and comments on our paper. 
Like them, we have studied the keratin expression patterns in se-
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borrhoeic keratoses and find them to be very heterogeneous (as is 
their standard histologic categorization). We look forward to the 
publication of their study but would like to make the following 
general observations and responses to their comments. 
1) Suprabasal presence of keratin 5 is to be expected, as this keratin 
polypeptide is present throughout normal epidermis. However, an 
unexpected finding in our work was the finding of KS-14 epitope 
negative cells suprabasally. 
2) We found K1 and K10 staining to be heterogeneous, with 
populations of suprabasal cells expressing either KS-14 or K1-10 
phenotypes in complementary patterns, that is, K1-10 cells were 
not always co-expressing KS-14 epitopes, which is unusual. 
3) Unlike Nindl et ai, we failed to demonstrate in seborrhoeic 
warts any expression of simple keratins 8 -18 using the same multi-
ple battery of strong highly specific monoclonal antibodies that we 
used in our paper. We await to see the immunologic reagents they 
used; however, the importance of using multiple strong reactive 
keratin monospecific antibodies must be emphasized. We have ex-
amined more than 40 seborrhoeic warts (British Society of Derma-
topathology Meeting, July 1988) and found no evidence of expres-
sion of simple epithelial keratins 8 and 18 at all using multiple 
well-characterized monospecific antibodies. We have also exam-
ined a series of dysplastic and malignant warts [18] in renal trans-
plant recipients [Proby CM, Churchill L, Purkis PE, Glover M, 
Sexton CJ, Leigh 1M: Keratin 17 expression as a marker for epithe-
lial transformation in viral warts (submitted)] and similarly found 
no evidence of keratins 8 and 18 except in poorly differentiated 
invasive tumours [3] . Thus the finding of keratins 8 and 18 in 
seborrhoeic warts has to be set in this context. 
In seborrhoeic keratoses, therefore, we observed highly heteroge-
neous alterations in the orderly progression of keratin changes nor-
mally seen in the skin but such changes were consistently restricted 
to keratin phenotypes seen in stratified epithelium, and in particular 
did not comprise expression of simple epithelial keratins. 
Andrew C. Markey 
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Korean Society for Investigative Dermatology - Happy First Anniversary 
To the Editor: 
The Korean Society for Investigative Dermatology (KSID) held its 
First Anniversary meeting in Seoul on March 21,1992. The meet-
ing was attehded by approximately 140 investigators (80 dermatolo-
gists, 30 residents, and 30 basic scientists) . Considering the fact that 
South Korea has only about 600 dermatologists, this is a remarkable 
start for this new society . 
The meeting consisted of a main lecture, four teaching sessions, a 
symposium on PCR, free communications, and a poster exhibition. 
I was pleased to be invited as the featured guest lecturer. The audi-
ence was clearly eager to learn about the latest developments in 
molecular biology research. All in all, the meeting was well orga-
nized and reported considerable enthusiasm about the future devel-
opment of investigative dermatology in South Korea. 
On a personal note, I was extremely pleased to be appointed as an 
honorary member of the KSID . Incidentally, I am the second hon-
ary member; Professor Imamura is the first. 
The President ofKSID, Professor Young Pio Kim, and Chairman 
of the Board of Directors, Professor Jung Bock Lee, asked me to 
convey their warmest regards to the Directors and members of the 
SID. 
I hope that this brief note serves as a catalyst for the SID and 
ESDR to develop closer ties with our Korean colleagues, and help 
them to foster dermatologic research in their country under the 
auspices of the KSID. 
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